SUPPLEMENTAL METHODS AND PROCEDURES
fMRI
Motion Censoring and Additional Motion Correction. In addition to
controlling for six motion parameters, further motion correction procedures (i.e. scrubbing) were utilized to reduce the possibility of false group differences due to uncontrolled subject motion, a source of type I error. 4, 5 In order to control for residual motion-related signal artifacts, a technique was used to identify and remove time points with movement above a pre-specified threshold. Using the six motion parameters from the image registration process, a single time series was constructed reflecting the Euclidean normalized derivative of the motion parameters. This timeseries was then thresholded so that any time point where the derivative was greater than 0.3 (roughly 0.3mm motion) was censored. We also plotted the fraction of voxels within a brain mask per time point that were considered outliers using the AFNI program 3dToutcount, and censored any time point where more than 5% of brain voxels were considered outliers. We then combined these lists of censored time points created by both methods to create a list of time points censored by both methods, which were removed in the subsequent regression analysis.
Corrections for multiple comparisons. These t-statistic maps were then corrected for multiple comparisons at p < .05 using the following parameters.
Within regions of interest defined a priori, we used a voxel-wise p-value of .05 border was established by the fundus of the transverse orbital sulcus. 6 The OFC was medially defined by the lateral edge of the olfactory sulcus, which also defines the medial edge of the medial orbital gyrus, 6 and laterally defined by either the lateral intermediate orbital sulcus or the lateral orbital sulcus. The In contrast to the analyses presented in the main manuscript identifying differential functional connectivity between the groups, Supplemental Tables S2   and S3 provide information on brain regions exhibiting significant functional connectivity to the seed regions in the healthy control subjects. This information is provided to augment the understanding of connections to these seed regions, rather than presenting only those regions where connectivity to these seed regions differ between the obese and lean subjects.
SUPPLEMENTAL DISCUSSION
As described in the main document, we interpret the greater functional connectivity in obese adolescents between middle frontal gyrus and OFC and vmPFC as indicating that obese adolescents are subject to greater input from reward regions. This interpretation seems warranted by the extant literature, which provides numerous examples of how the OFC and vmPFC contribute to reward processing (for reviews, see 9, 10 ). It is worth noting, however, that these regions have also been implicated in aspects of cognitive control, most specifically reversal learning 11 . Consistent with this interpretation, addictive disorders, where reduced cognitive control is a hallmark, have been associated with reduced resting-state connectivity between the prefrontal cortex and the lateral OFC and anterior cingulate cortex 12 . This, then, appears to represent a model by which the opposite pattern of connectivity observed here with obese adolescents might result in similarly disinhibited behavior. 
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